To e v a l u a t e t h e e f f e c t o f r e s u s c i t a t i o n on b r a i n damage hypoxemia (Pa0 2.3-4.3 kPa) was induced i n 17 newborn p i g s ( 2 -5 days) b y v c n t : l a t i o n w i t h 8% 0 i n N When s y s t o l i c blood pressure reached 20 mnttlg, t h e animals 'were rtandomly g i v e n e i t h e r 21% 0 o r 100% 0 f o r 20 min f o l l o w e d by 21% i n b o t h groups. A f t e r 4 day: t h e brain; were p e r f u s i o n -f i x e d i n deep anesthesia. B l i n d e d p a t h o l o g i c a l examination assessed t h e damage on a 0 t o 3 s c a l e . C o n t r o l s (n=5) sl~owed no damage. Number o f animals w i t h damage and t h e mean (SO) degree o f damage ( i n c l u d i n g undamaged animals) are g i v e n .
White matter/Cortex Cerebellum Hippocampus CA1 -Number Dehree Number Deqree Number Deqree 21% 0 (n-8) 8 1.9 (0.8) The CAI damage was m a i n l y anoxic, i n t h e w h i t e m a t t e r / c o r t e x i t c o n s i s t e d m o s t l y o f small i n f a r c t i o n s , w h i l e i n t h e cerebellum t h e damaqe was a m i x t u r e . There were no s t a t i s t i c a l l v s i q n i f i c a n t d i f f e r e n c e s between t h e groups. We conclude t h a t reoxygen&ion w i t h room a i r g i v e s no more b r a i n damage than w i t h 100 % oxygen. Reoxygenation a f t e r p e r i n a t a l asphyxia may induce i n j u r y through (43) 79(38) 41(151 There were no s t a t i s t i c a l l y s i g n i f i c a n t d i f f e r e n c e s . Conclusion: 21% 3, i s as e f f i c i e n t as 100% 0, f o r n o r m a l i z i n g ABP, BE and HX a f t e r severe neonatal hypoxemia i n p i g s .
Cmngor ~brallBm, Zsusa Bmyai'. J6zszf KovBcs, P t r r TcnlesvdnDcpmntena of Pediauics. University of Szegwl md 'Pks, t l u n g q Hypoxatllhine (HX), xrnllhi~le (X) and uric acid (U) levcls were measured hy IiI'LC technique in P. CSF and VH obwincd from piglels during 4 ltwrs of cxperimeslal PTX (Ref I.). 6 bl~;m~ olrraled artimals served as contmls w. Tile clinical and labonlory pxanlclcrs wele in HCO;=lO.5i0.9 mMxL1, pCO1=73f8 mmHg. p6,=29+3 mmHg. venous p~=i.93+0.04. CSF pIi=7.13f0.M). alter sampling of P and CSF. Le piglets wcre resusciwwd and a recovery period wcm allowed to lhcln. P ald CSFmples werealsocollwcd in 0.,120. atld?40. rnlnulcs: wllile V11 in 240. nlinules of the cxperimenls. HX reached its nl3xim;ll conccitlratlon i i t P in the cr~ltcol plrax (53.8i7.8 pMxL1 vs. the initial 18.8i3.6 pMxL1, p<0.001). whllc in CSF i t occwred o~lly 111 the early reoxygennlion pcrinl (120. min; 43.6i9.6 pMxL-' vs. the i~lilial 17.1i2.2 pMxL1, p<0.01). X levels io P and CSF, and U concentrations in P incrcaxd grddually in lhe course of PTX indicating a cmtlinouos fornulion of [hex ~nelalwlites. lhcre were elevslioos i t t llte co~~cenualions of purine melabol~lcs in VH compand with the Cmap IIHX levels welc 74.4i22.4 pMxL' vs. 48.2f 18.9 pMxL1 (N.S.). X levels 57.4f17.9 pMxL1 vs. 21.4i8.6 pMxL1 (N.S.) and U levels 150.M39.9 pMxL' vs. 55.6f11.3 pMxL.' (p<0.01). res1xc11vcly.l In co~tclustos, elevaled levels of purine n~elabolilcs Ihrougt~ lltc na~tt:tval I T X iod~calr~~g illcreased lissue danmagcs due lo Ihe formalion of free radicals during lx~sllry~wxic-reoxygen~lioll period Oicl 2.). 
